•\ thyroid function; liver injury; carbontetrachloride; hypothyroidism Thyroid hyperfunction is often combined with hepatic injuries, the most severe clinical manifestation of these being coma Basedowicum. The histological pictures of such hepatic failures were described in detail by Weller1 in 1933. The differences in the laboratory findings were also analyzed by several authors. 2,3 Concerning the postoperative complications of Basedow disease, Foss et al. 4 and Szeleczky5 pointed out the importance of liver injury.
The relation of increased thyroxine production and impaired liver function was explained by emptied liver glycogen store 6,7 by impairment of oxidative phosphorylation,8 and by activity changes of mitochondrial enzyme systems.9 It is known furthermore that hyperthyroidism, as well as thyroxine treatment, increases the susceptibility to different hepatotoxic agents.10,11 According to Zbinden,12 hyperthyroidism may be considered to increase in general the toxicity of various drugs.
In some of our previous investigations performed on thyroidectomized rats we have found that the experimental liver was not damaged. This was proven by survival data, histological findings and also by maintained hormone inactivating capacity of the liver. [13] [14] [15] [16] On the basis of these findings it seemed to be of interest to examine the effect of changes in thyroid function on the healthy and intoxicated liver, and whether depres- To assess the hepatic functions we have devised a method based on the theory of Lang, 17 for determining the `total dye eliminating capacity' of the liver. This method is apt to differentiate the storing and excreting abilities, both independent processes, of the liver.
MATERIALS AND METHODS

Method for examining hepatic functions in animals
According to Eberhard and Grafe,18 the absorption and the excretion of the bromsulphophthalein (BSP) are separate processes.
These may well be differentiated by the method of Lang. The decreased blood concentration of BSP refers to the storing capacity of the liver. A subsequent intravenous injection of the sodium salt of dehydrocholic acid (DHCNa) causes the backflow of the BSP (bound to the hepatic cells) to the blood. In such a way the dye-excreting capacity of the liver may be determined.
There is a certain competition between BSP and DHCNa, and DHCNa has a greater affinity for cyto plasmic proteins.
We adopted this principle in the following way. Rats received intraperitoneally 100mg/kg BSP in a 0.45% sodium salt solution. Thirty minutes later, 100mg/kg DHCNa were injected intravenously. Exactly two minutes later the animals were bled. The BSP concentration of the serum was measured according to Varga et al.19 and expressed in mg/100 ml of serum.
The BSP level determined by our method, taking the time of blood sampling into con sideration, would represent both the storing and excreting functions of the liver .
Experimental procedures
Our experiments were performed on 55 female rats . The BSP concentration of the sera of thyroxine-treated and of thyroidectomized rats were compared with normal controls . We examined the effect of chronic and subacute carbontetrachloride (CCl4) intoxication . Changes following thyroidectomy in chronic liver lesion and the consequences of thyroxine 
RESULTS
BSP elimination in animals with healthy liver showed no essential changes either under the influence of thyroxine treatment or following thyroidectomy. The subacute CCl4 intoxication increase, the BSP level of the blood but only to a small extent. Chronic liver injury increased the concentration of BSP in the serum. Rats receiving both thyroxine and CCl4 showed significantly increased BSP values as compared with those treated with the same dose of CCl4 alone (p< 0.01)
Changes produced by the CC14 treatment following thyroidectomy were not substantial when the values were compared with those of thyroidectomized animals. These results are summarised in Fig. 3 . 
DISCUSSION
Our experiments indicated that functional changes of the thyroid did not influence the total dye eliminatory capacity of the healthy liver . Hyperthyrosis following thyroxine treatment was proven by the rise of body temperature and decrease in body weight of the rats. In spite of this , no signs of direct liver intoxica tion could be observed for the BSP levels. Pathological values were obtained only when thyroxine treatment was combined with liver injuries , for instance, by the 
